Case report The patient was a 66-year-old male with a long history of hypertension, who, while working in the sun, became weak and collapsed. At the time of hospital admission examination showed confusion, a mixed transcortical aphasia, right hemiparesis and right hemisensory deficit. Ten days after admission neurological examination revealed a mild right facial weakness, a right hemiparesis with arm weaker than leg and distal muscles weaker than proximal muscles, and a right hemisensory deficit for graphaesthesia and stereognosis, vibration, pin and touch sensation. Grasp, suck, and root responses were present. Reflexes were enhanced and the Babinski sign was present bilaterally. Cerebellar examination was within normal limits. CT revealed a radiolucent area confined to the left thalamus. Three days after electrophysiological recordings were made the patient suffered cardiorespiratory arrest from which he could not be resuscitated.
Stimulus pulses to the median nerve evoke characteristic potentials over the contralateral somatosensory cortex, consisting of a negative potential occurring with a latency of about 20 ms followed by one or more positive potentials.' The N20 component is thought to represent the incoming volley at the primary somatosensory cortex;' some have recently argued for a thalamic origin for this potential.2 A negative potential at 33 ms latency is also recorded precentrally.3 With appropriate technique three shorter latency somatosensory evoked potentials can also be recorded from the scalp. Topographic mapping studies suggest that the first wave is generated at the level of the brachial plexus, the second from within the spinal cord and the third from a level above the medulla."6 The determination of the actual neural sources of these components awaits correlation of electrophysiologic recordings with verified subcortical lesions. Aside from findings in one patient described by Mauguibre and Courjon,7 such correlations relevant to this problem have been limited to computed tomography findings (CT). We present here evoked potential, electroencephalographic and detailed neuropathologic findings in a patient with a discrete unilateral thalamic infarction, who presented with distinct electrophysiologic asymmetries.
Methods
Case report The patient was a 66-year-old male with a long history of hypertension, who, while working in the sun, became weak and collapsed. At the time of hospital admission examination showed confusion, a mixed transcortical aphasia, right hemiparesis and right hemisensory deficit. Ten (fig 2) .
Recordings from the vertex disclosed three positive far-field median nerve-evoked potential components with peak latencies of 9*0, 12-5, and 15-0 ms ( fig 3A) . fig 3B) .
With auditory stimulation no hemispheric asymmetries were noted in the mid-latency ("Na-Pa") or long latency ("N,-P2") components8 ( fig 3C) .
Discussion
At the time of the recording sessions neuroradiological findings had suggested a discrete thalamic lesion and although a major object of this study was a delineation of the sources of the short and mid-latency somatosensory evoked potentials (SLSEPs and MLSEPs), some pathophysiological correlations could also be made for the EEG. The EEG of our patient was characterised by a prominent left fronto-central delta rhythm and absence of the alpha rhythm on the left. The pathophysiology of delta activity in the human EEG is poorly understood."--Gloor and colleagues have recently showed in cats, '2 
